ABSTRACT
INTRODUCTION
Hepatic encephalopathy (HE) is defined as an alteration of mental state in the absence of other causes of encephalopathy, due to impaired liver function and/or abnormal shunting of blood from the portal to systemic circulation. This is often accompanied by abnormal E.E.G.,elevated blood ammonia, and absence of other causes of encephalo-pathy (1) . The exact pathogenesis of this remains unknown (1, 2) . Pathogenesity of Helicobacter pylori is related to its ability to produce large amounts of enzyme urease many times greater than that of urease positive bacteria (3) . This ability to hydrolyse urea to produce ammonia has been the rationale for proposing the involvement of H.pylori infection (4-7). The importance of H.pylori as an independent risk factor for the development of HE is not yet clear,but it may play a contributory role in at least a subset of patients with cirrhosis and HE. Therefore, this prospective study was conducted, between July 2001 and January 2003, to determine the contribution of H.pylori to blood subjected to brief neurological examination including the mental state assessment, presence of asterexis and number connection test. Electroencephalogram was performed in those who agreed for the same. Later,they underwent gastroscopy and an antral mucosa biopsy sample was obtained which was tested for H. pylori by rapid urease test (HP test by Star Tech, Calcutta). This consists of a urea rich medium with a pH sensitive dye. If urease is present in the mucosal biopsy specimen, it catalyses the hydrolysis of urea into ammonia and carbon dioxide. The resultant increase in pH of medium from ammonia generation changes the colour of the indicator. This test may take about 24 hours to show positivity particularly in the presence of a low bacterial density.
All these patients were later stratified into three classes, based on Child-Pugh scoring system in order to establish a uniform baseline liver functional status for comparison (reference).The mental state, grade of asterexis, number connection test, blood ammonia levels, and PSE index were compared between patients with H.pylori positive status and those without it using student 't' test and Chi square test. The p value <0.05 or less was considered as significant.
RESULTS
Out of 47 patients examined in this study, males (35) were more predominant in this study. The age of patients ranged between 23 and 60 years, with a mean age of 40.2 years The antral mucosa biopsy was positive in rapid urease test (indicating the presence of infection) in 23 patients while it was negative in 24 patients (no H. pylori infection). The demography data and blood investigation values of both groups are shown in Table- 
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DISCUSSION
The pathogenesis of HE is still poorly understood, but raised systemic ammonia concentration as a consequence of shunting of ammonia rich portal blood away from the liver and impaired urea genesis have long been causally implicated in its development (8) . H. pylori urease activity in the cirrhotic stomach has been proposed to represent a significant source of ammonia, contributing to the development of HE (9, 10) . Previous reports have offered contradictory results with respect to the existence of differences in fasting blood ammonia concentration between H. pylori positive and H. pylori negative cirrhotic patients (5, 9, 56, 11, 12) . Rapid urease test used as a diagnostic tool for H. pylori detection has specificity and sensitivity of >90%, but false negative and false positive results do occur. This test is the least expensive, an excellent screening test, and the diagnostic test of choice when an endoscopy is performed (13) . Hence, this test was used for the detection of H. pylori positivity in our study. Venous blood ammonia levels as a monitoring method (used in our study) in patients with liver dysfunction has been reported earlier by many investigators (11, 12, 14) .
There was no statistically significant difference in the mean fasting venous ammonia samples in patients with early encephalopathy with or without H.pylori infection, which is similar to the blood ammonia values (47 ± 22 z mol/l in patients without and 43 ± 22 z mol/l in patients with H.pylori infection) reported by Vasconez et al (11) who also assessed H. pylori status by rapid urease test. Kini et al (12) also reported lower levels of fasting venous blood ammonia in patients with H.pylori infection (29 z mol/l) than those without H.pylori infection (34 z mol/l) in cirrhosis of liver disease. They also did not find any significant difference among the two groups which is similar to our observation.
The results of portal-systemic encephalopathy parameters shown in Table 3 did not show any statistically significant difference between the patients with and those without H. pylori infection in the present study. A similar observation has been reported by Vasconez et al (11) and Kini et al (12) ; thus suggesting no role of H.pylori in hepatic encephalopathy.
Dasani et al (15) suggested that H.pylori infection may be risk factor for hepatic encephalopathy only in individuals with advanced cirrhosis, but not in early liver disease. Our results do not rule out completely the role of H.pylori infection in the pathogenesis of hepatic encephalopathy in patients with more advanced liver disease since all our patients had relatively preserved liver function as assesses by Child Pugh scoring system. More over, patients with acute precipitating events for hepatic encephalopathy were excluded in the present study.
From the results of our study, it is concluded that in patients with portal-systemic encephalopathy, H.pylori infection is not a major contributing factor to fasting venous blood ammonia levels, there is no significant association between H.pylori infection and parameters assessing portal-systemic encephalopathy in patients with hepatic encephalopathy, fasting venous blood ammonia levels and various indicators of portal-systemic encephalopathy correlated well with the functional status of the liver as assessed by Child Pugh scoring system and there is no role of H.pylori infection in patients with early hepatic encephalopathy.
